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The effect of microRNA-21 inhibitors on proliferation

and activation of cardiac fibroblasts in rats
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Abstract Objective
fibroblasts in rats. Methods

230601)

To investigate the effect of microRNA-21 inhibitors on proliferation and activation of cardiac

Lipofectamine™ 2000 Reagent was used to transfected cardiac fibroblasts with mi-

croRNA21 inhibitors. After 24 48 h qRT-PCR was applied to assess the expressions of microRNA21 and mRNA
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of Coll Al and a-SMA. The protein expression levels of Coll Al and a-SMA were detected by Western blot. MTT
assay was used to determine the proliferation influence of the transfected cardiac fibroblasts. Results The cardiac
fibroblasts transfected microRNA-21 inhibitors exhibited down-regulated microRNA=21 expression and attenuated
Coll Al and a-SMA mRNA expression. The cardiac fibroblasts proliferation activity decreased significantly after
transfected microRNA-21 inhibitors. Conclusion MicroRNA-21 inhibitors can suppress the proliferation activity of
cardiac fibroblasts significantly implicating microRNA-21 as a potential target for cardiac fibroblasts activation and
proliferation and pointing out that this result can provide a new idea for intervening and preventing the myocardial

fibrosis occurrence and development.
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